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Erratum
TCR Specificity Dictates CD94/NKG2A Expression by Human CTL
One of the figures in this article (Immunity 17, 487–499, October 2002), Figure 6, had an error
in it. Therefore we are printing the correct figure here.
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Figure 6. Model for NKG2A Expression
and Function in Effector/Memory CTL
(A) Naturally expanded CTL clones ex-
pressing related TCR (likely sharing the
same antigen specificity) share the same
commitment to express NKG2A. Thus,
the context in which antigen-specific T
cells are primed or expanded during the
differentiation process into CD8 effector/
memory cells (e.g., the nature of the APC
presenting the antigen or the persistent
nature of the antigen) determines NKG2A
commitment.
(B) NKG2A/TCR dominant-negative cir-
cuit loop in effector CTL. Surface expres-
sion of NKG2A is dependent on TCR stim-
ulation at the effector stage. Resting
effector CTL precommitted to the expres-
sion of NKG2A express nonfunctional
CD94 homodimers. Upon TCR triggering,
they express surface CD94/NKG2A. In
turn, CD94/NKG2A exerts a negative
feedback signal on TCR activation, if it
encounters the appropriate HLA-E ligand.
This negative feedback may be an impor-
tant mechanism to prevent chronic in-
flammation and autoimmunity in an envi-
ronment of high antigenic load such as
the intestine.
